A 56-year-old white male was referred for evaluation at our sleep laboratory. His symptoms included excessive daytime sleepiness (with an Epworth Sleepiness Scale score of 16), snoring, witnessed apneas, frequent headaches, nocturnal enuresis, diminished libido, and occasional "heartburn." He denied driving an automobile. His past medical history was significant for gastritis, symptoms suggestive of gastroesophageal reflux disease and allergic rhinitis. He was a non-smoker and denied illicit or prescription drug abuse. He did admit to being a heavy drinker, with a daily alcohol consumption of approximately 215 grams (½ bottle of whisky). He reported that the more he drinks in a given night, the worse his daytime sleepiness gets the following day.
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He was inebriated at the time of first scheduled appointment, which resulted in cancellation of his sleep study. He called to reschedule his evaluation and he was instructed to avoid any alcohol on the day of the sleep study. The patient stated that he would not be able to avoid alcohol for full 24 hours. He was subsequently instructed to avoid alcohol for at least 4 hours prior to testing in our lab.
At the time of his second appointment, he had alcohol on his breath and acknowledged alcohol use up until 30 minutes prior to the appointment. On physical examination, he was overweight (BMI= 28.5) and his neck circumference was 44cm. His vital signs were normal and the remainder of his physical examination was otherwise unremarkable.
The data from the nocturnal polysomnogram are listed below: What is Your Diagnosis? 
Alcohol Induced Apnea
Alcohol induced sleep apnea should be considered when evaluating a patient suspected of having a sleep apnea syndrome. Alcohol consumption increases the incidence of obstructive sleep disordered breathing events by negatively impact oropharyngeal muscle tone as well as the threshold to arousal during sleep. 1, 2 Mitler et al reported on the influence of alcohol use on the polysomnographic findings of 6 patients. 3 In this study, the number of apnea/hypopnea events during the night was significantly increased following a day of alcohol use. Moreover, these effects were more pronounced on the first 2 hours following alcohol ingestion. 3 Herzog et al evaluated 8 "snorers" and 13 "non-snorers" for 3 consecutive nights, with polysomnographic studies being performed after alcohol consumption. 4 In this study, while the number of apnea/hypopnea events increased in both groups of patients, they were significantly increased in the group of "snorers" compared with the "non-snorers". In addition, both groups of patients experienced periods of significant O 2 desaturations. 4 The authors concluded that alcohol use is an important causative and/or exacerbating factor of sleep apnea syndrome.
CPAP can offset the adverse effects of alcohol on the upper airway. Previous studies have suggested that moderate alcohol consumption has little effect on the CPAP prescription. 5 The tabular data and the hypnogram demonstrate the effects of acute alcohol ingestion and sleep and breathing. The obstructive sleep disordered breathing events are much more prominent in the early part of the night as can be seen in the hypnogram (Figure 1 ). There was an increased number of obstructive respiratory events during the initial 2 ½ hours of the sleep study (172 apnea/ hypopnea events, 56 O 2 desaturation events) compared to the remaining 3 ½ of the study (56 apnea/hypopnea events, 4 O 2 desaturation events). Body position and/or sleep stage could not account for this difference. The sleep apnea transitioned from severe to mild as the time from the last moment of alcohol consumption increased.
The patient was referred for counseling for alcohol abuse and a CPAP trial was offered.
CLINICAL PEARLS
1) Alcohol ingestion can increase the risk of obstructive sleep disordered breathing and disturbed sleep. 2) Patients being evaluated for sleep apnea should be questioned about their drinking habits. 3) CPAP can effectively treat obstructive sleep apnea complicated by moderate alcohol ingestion. However, in chronic alcoholism the distinct possibility of non-adherence should be strongly considered and counseling for the patient and the family should be pursued.
